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Assays confirm difference in 
isoform ratio 
If our hypotheses are true, it is possible CPEB2 mRNA 
splicing is a central event in regulating the hypoxic 
response and acquisition of AnR in TNBC, opening 
doors to understanding a pivotal molecular component 
of cancer metastasis. 
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Triple-Negative Breast Cancer (TNBC) 
• Tumors lacking estrogen receptor (ER), progesterone 
receptor (PR), and epithelial growth factor receptor 2 
(HER2) 
• Responsible for 15%-20% of all breast cancers 
• Incredibly poor prognosis due to high metastatic rate 
• Few clinical trials, lack of knowledge regarding an obscure 
cellular pathway 
Anoikis-Resistant (AnR) TNBC cells (able to survive off 
base tumor membrane) confirmed and matched with 
parental tissue (Par) 
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CPEB2: An Alternative Paradigm 
•  Cytoplasmic Polyadenylation Element Binding Protein 2 
(CPEB2) has been known to be heavily involved with stress 
response mechanisms and assumed to properly regulate 
cell stress response. 
 
•  New findings exhibit alternatively spliced isoforms of the 
protein. CPEB2A is hypothesized to properly inhibit stress 
response in TNBC while CPEB2B (includes Exon 4) seems 
to be overexpressing stress response mechanisms. 
•  The stress response mechanism with HIF1-alpha and 
TWIST1 is shown to be a proponent in TNBC metastasis 
